SUMMARY Local lymphoplasmacytoid infiltration of the diseased exocrine glands is a cardinal sign of Sjogren's syndrome (SS). The state of T lymphocyte activation present in these local infiltrations was studied by three different techniques: determination of interleukin 2 (1L2) receptor (Tac) on cell surface membrane; autoradiography combined with immunoperoxidase staining of T cell epitopes; and electron microscopic analysis of the lymphoblast subclasses. Although 64 (SEM 4)% of the local inflammatory cells expressed Ia antigen, only 4 (SEM 1)%Yo of them displayed the T cell activation antigen Tac. Autoradio graphy-immunoperoxidase double labelling showed that less than 1% of all T cells in situ were [ H]thymidine incorporating blasts. This finding suggests that although T lymphocyte is the dominant cell in situ, only a few of these cells have passed the G(/G1 interphase, and even fewer have been pushed to the S phase of the cell cycle by 1L2. Transmission electron microscopy showed that few T blasts were present, even though there were many plasma cells. This result further confirms the impression that only a minor T cell subpopulation in situ is blast transformed despite the fact that many of the local T lymphocytes in the diseased salivary glands in SS are Ia positive.
Sjogren's syndrome (SS) is an autoimmune exocrinopathy clinically characterised by xerostomia and keratoconjunctivitis sicca. l 2 SS is characterised by lymphocytoid cell infiltration of the lachrymal and salivary glands-5; therefore the composition of this infiltration has been analysed in many cytoadherence, histochemical, and immunohistological studies.6 '3 The presence of B lymphocytes and plasma cells in situ has been well recorded.7-"' T lymphocytes, however, especially those belonging to the T4+ inducer/helper subset, seem to be the predominant cells in situ.' '3 In this work we studied the activation state of T lymphocytes in situ in the diseased glands in SS.
The cardinal feature of SS is a chronic mononuclear cell infiltration of the exocrine glands. Six labial salivary glands were removed from each patient through a 2 cm long horizontal incision on the inside of the lower lip 1 cm from the vermilion border to the right of the midline. The local anaesthesia was 1-8 ml of Citanest-Octapressin.
Immediately after removal two glands processed for transmission electron microscopy were fixed with cold (4°C) 1.5% phosphate buffered glutaraldehyde for one hour, washed, then postfixed in cold 1-5% osmium acid for one hour. After alcohol dehydration the specimens were treated twice with propylene oxide and embedded in Epon 812. Two glands were immediately embedded in OCT compound (Lab-Tek Products, Division Miles Laboratories, Elkhart, IN), snap frozen, and stored at -20°C for immunohistochemical lymphocyte activation marker profile analysis. Immediately after removal two glands processed for autoradiography-avidin-biotin-peroxidase complex (ABC) double labelling were put into RPMI 1640 solution containing 111 kBq/ml or [3H]thymidine (185 MBq/mmol; Radiochemical Centre, Amersham, UK) and 0-5 mg/ml of thymidine phosphorylase inhibitor 5-nitrouracil, incubated at 37°C for two hours, and snap frozen in OCT.
HISTOCHEMISTRY
Cryostat sections 6 im thick were prepared and fixed in cold (4°C) acetone for 5 minutes in preparation for immunostaining. The sections were washed in phosphate buffered saline (0-1 M, pH 7.3) and stained with monoclonal antibodies using the ABC method introduced by Hsu et al. 15 Technical details and staining and slide controls have been described in detail elsewhere.t6 The preparations were studied with several monoclonal antibodies given in Table 2 . As a further control we used inappropriate mouse IgG myeloma protein NS1 from P3X63NS1 line (Cappel Laboratories, Cochranville, PA) instead of the specific primary antibodies. Exogenous, peroxidase positive, specifically stained cells were brown and thus readily The staining and slide controls indicated the speci- were the predominant cells (Table 3) . there was a more intense cellular inflam the patients with SS than in those witi sialadenitis, the composition of the spar infiltrates was similar in both (Table 3) .
ACTIVATION MARKER PROFILE ASSA
The proportions of Ia', Tac+, T9+, and were higher in the diseased salivary glan normal salivary glands (Fig. 2) 
